Neural models of major depressive disorder (MDD) posit that over-response of components of the brain's salience network (SN) to negative stimuli plays a crucial role in the pathophysiology of MDD. In the present proof-of-concept study, we tested this formulation directly by examining the affective consequences of training depressed persons to down-regulate response of SN nodes to negative material. Ten participants in the real neurofeedback group saw, and attempted to learn to down-regulate, activity from an empirically identified node of the SN. Ten other participants engaged in an equivalent procedure with the exception that they saw SN-node neurofeedback indices from participants in the real neurofeedback group. Before and after scanning, all participants completed tasks assessing emotional responses to negative scenes and to negative and positive self-descriptive adjectives. Compared to participants in the sham-neurofeedback group, from pre-to post-training, participants in the realneurofeedback group showed a greater decrease in SN-node response to negative stimuli, a greater decrease in self-reported emotional response to negative scenes, and a greater decrease in self-reported emotional response to negative self-descriptive adjectives. Our findings provide support for a neural formulation in which the SN plays a primary role in contributing to negative cognitive biases in MDD.
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Introduction
Over the last two decades, neuroimaging investigations of Major Depressive Disorder (MDD) have been instrumental in increasing our understanding of this prevalent and debilitating condition (Kessler and Wang, 2009) . Sufficient data have now accumulated from functional neuroimaging investigations of depression that, through meta-analytic integration, we have been able to identify the neural abnormalities that have been found most reliably to characterize this disorder. Specifically, in a recent meta-analysis of studies using task-based functional magnetic resonance imaging (FMRI), we found reliably increased response in fronto-insular cortex, amygdala, and dorsal anterior cingulate cortex (dACC) to negative stimuli relative to neutral stimuli; importantly, we did not observe this pattern with respect to response to positive relative to neutral stimuli in MDD (Hamilton et al., 2012) . Based on these findings, we presented a neural account of the well-documented heightened response to negative stimuli in MDD, which has been hypothesized to play a significant role in the etiology and maintenance of this disorder (Beck, 1976; Gotlib and Joormann, 2010) . In this formulation, we posit that through monosynaptic projections to the amygdala, dACC, and fronto-insular cortex (Jones and Burton, 1976; Mufson and Mesulam, 1984; Padmala et al., 2010) , heightened baseline activity in the pulvinar nucleus in depression (Hamilton et al., 2012) potentiates response of these primary limbic nodes to affective information.
In this model, fronto-insular cortex, dACC, and amygdalaprimary nodes in the brain's salience network (SN), which is postulated to undergird perception of and response to personally relevant stimuli (SN 
